The effect of industrial noise on the prevalence of hypertension was studied in a group of 1101 female workers in a textile mill in Beijing in 1985. Essentially the entire group had worked in specific workshops in this mill for all their working lives and all had worked for at least five years. The noise levels within the plant were assessed and appear to have been constant since 1954 resulting in well defined noise exposures for these workers. A cross sectional design was used in which blood pressures were determined and questionnaires administered to the workers over a two month period. As well as demographic information, data were gathered on personal and family history of hypertension, current use of prescription drugs, alcohol, tobacco, and salt in the diet. Logistic regression indicated that exposure to noise is a significant determinant of prevalence of hypertension, but third in order ofimportance behind family history of hypertension and use of salt. Each of the predictor variables exerted an independent influence on risk of hypertension. Cumulative exposure to noise was not an important dose related variable suggesting that, for those susceptible to the effect, hypertension was manifested within the first five years of exposure. 
worker populations. The report by Parvizpoor In several studies that suggest an association between noise and hypertension, noise induced hearing loss is used as a surrogate measure of cumulative exposure to noise.56 This is also a common approach in studies which have concluded that no association exists between noise and hypertension.79 As with the positive studies, those finding no association between noise and hypertension tend to be open to criticism on various grounds; inadequate exposure data or, in some cases, the use of hearing protection by the exposed groups being particular problems.'" A 1984 review on the cardiovascular effects of noise reported that 55 studies had assessed the relation between noise and blood pressure and about 80% reported some form of positive association.'3 These authors noted that "a paucity of quantitative data. . . makes it difficult to assess the strength of association or to derive a dose-response relation." A principal objective of the present study was to explore further the association between noise exposure and hypertension in a setting in which exposure was well defined and in which there was a reasonable expectation of describing any dose response relation free from the influence of known confounding variables.
Materials and methods
The subjects were 1101 female workers in a textile mill in Beijing. Each had worked in a single workshop in this mill for essentially their entire working life. All had been employed in the mill for at least five years. The workshops from which the subjects were drawn Only second shift workers were studied (2.00 pm to 10.00 pm). The measurement of blood pressure and the administration of a questionnaire were carried out between 1.30 pm and 4.30 pm and before the beginning of the day's work. All data were collected from 8 July to 10 August 1985. Blood pressure was measured by 10 medical students twice in sitting subjects by mercury sphygmomanometer after 10 minutes of rest. The students were trained by one of us (ZY) using a dual stethoscope so that readings differing by less than 4 mm Hg were achieved between the trainer and each student. Iftwo readings on any worker differed by more than 4 mm Hg in either systolic or diastolic pressure, measurements were repeated after further rest intervals until the difference met this criterion. The room in which the blood pressures were measured had sound pressure levels below 60 dB(A).
According to the recommendations of the World Health Organisation Expert Committee,14 hypertension was defined as systolic pressure greater than or equal to 160 mm Hg, or diastolic pressure greater than or equal to 95 mm Hg, or both. The subjects were also classified as hypertensive if they were currently using antihypertensive drugs. This definition produced 79 hypertensive women from the workforce of 1101 (7-2%). Of these, 68 were currently using medication for hypertension. The questionnaire included identifying information, occupational history, disease history, parent's hypertensive history, and information regarding the subject's history of antihypertensive drug use. Also, data were collected on smoking and drinking habits and the worker's perception oftheir own use of salt in the diet in relation to their coworkers. This was thought to be useful because the workers routinely ate their meals in a common dining hall and many were aware of the dietary habits of their fellow workers. Twenty one workers were smokers, three of whom were hypertensive, one in the 75 dB(A) exposure group and two in the 90 dB(A) group. Seven workers drank alcohol routinely. None were hypertensive. None of the workers reported that they had been diagnosed as hypertensive at the time they were first employed in the mill. Thirty two women were pregnant at the time of the study. None was hypertensive.
Results Table 2 shows the crude hypertensive prevalence in four SPL groups. Hypertensive prevalence increases appreciably at the higher exposure levels. To explore this association in greater detail a logistic regression was carried out using hypertension, as defined above, as the dependent binary outcome variable. Logistic regression was used because ofthe high proportion of the hypertensive group who were currently on (table 4) shows that a family history of hypertension and high intake of salt have about equal and significant impact (8-52 and 7 75; p < 0 001) on the probability of hypertension, followed in order of importance by SPL at about half the magnitude (4-061; p = 0 044). Age and years worked have less influence and are not statistically significant (2-23 and 102; p > 005).
The influence on risk of hypertension associated with SPL is relatively unaffected by the other four predictor variables. Table 5 shows the influence on the logistic coefficient associated with SPL as other variables are added to the analysis. The SPL coefficients, column 1, remain essentially constant when the other variables are included in the analysis, particularly after age of the worker is taken into account. That is, the odds ratio associated with hypertension and SPL, considering no other factors, is e0052 = 1-053 and changes little as other variables are added to the model. The final value with all five predictor variables entered is e0030 = 1 -031. Although the other variables are contributors to increases in risk of hypertension, they are independent (nonconfounding) influences with respect to the levels of SPL. In other words, the risk contributed by factors other than SPL is randomly distributed among the workers and plays a relatively minor role in estimating the relation between the exposure to noise and the occurrence of hypertension.
The ability of the logistic model to summarise the Figure 1 shows the effect of noise on the probability of hypertension based on the logistic model using the coefficients given in Some insight can be gained by comparing the probability of hypertension predicted by the model for low noise exposure to prevalence data for the 
